Although the infection of HTLV-1 to cell components of the mouth have been previously reported, there was not until this report, a detailed study to show the characteristics of such infection. 
INTRODUCTION
Human T-Lymphotropic virus -HTLV-1 is a human retrovirus initially associated with T-cell malignancies (27) .
HTLV-1 is a persistent virus, infecting 10 to 20 million people worldwide (28) . Although, most of infected individuals remain as asymptomatic carriers, 1 to 2% develops the Tropical
Spastic
Paraparesis/HTLV-1-associated myelopathy (HAM/TSP) (24) , and further 2 to 3% develop an aggressive Tcell leukemia/lymphoma (ATLL) (17) . In addition to ATLL and HAM/TSP, HTLV-1 has been associated with a range of chronic or subacute inflammatory conditions in different Human T-Lymphotropic Virus (HTLV) Type I tissues. These associations are weaker than those with ATL and HAM/TSP, and it is not yet agreed that HTLV-1 is the likely cause in each condition (19) .
Over the last 25 years the geographical distribution of the HTLV-1 has been identified. The seroprevalence rates differ, according to geographic area, the socio-demographic composition of the population studied and individual risk behaviors. The areas of the world with the highest prevalence rates for HTLV-1 include southwestern Japan, several subSaharan African countries, Central and South America, and localized areas of Iran and Melanesia. In the Americas, higher prevalence rates are found in some countries in the Caribbean, such as Jamaica and Trinidad and Tobago. Somewhat lower seroprevalence rates are found in several countries in South America, including Brazil and Colombia (28, 37) .
HTLV-1 is transmitted in three ways: (i) from mother to child during prolonged breastfeeding (12, 36) ; (ii) between sexual partners, mainly from man to woman (10) ; and (iii) through blood transfusion with HTLV-1nfected cells (22) . In areas where the virus is highly endemic, mother-to-child transmission is sometimes the predominant route. Previous and epithelial mouthwash cells (18) .
In the present study we showed how several HTLV-1 proviral genomic regions were amplified by PCR from DNA extracted of oral cultured keratinocytes from HTLV-1 infected individuals. Moreover the detection of tax and pol viral poly A+ RNA was correlated with the detection of specific anti-taxsIgA in oral fluids of HAM/TSP patients. Our results gave strong evidences to propose that HTLV-1 in oral epithelium would be a part of the systemic spreading of virus in the host. Singapore). OF samples were also analyzed by western blot with a 50-kDa HTLV-1-tax recombinant protein (21) .
MATERIALS AND METHODS

Patients and samples
Primary cultures of oral epithelial cells
Using a cotton swabs oral epithelial cells were obtained, HTLV-1 amplified cDNA was identified by southern blot hybridization using appropriated [32] -P-labeled oligonucleotides as probes (34) .
Statistical calculations
A Fisher exact test was applied to calculate statistical differences between HAM/TSP and HC for sex, age, proviral region, RNA transcription and immunoglobulin class in plasma and OF.
RESULTS
Reactivity of OF and plasma to viral antigens
The OD ratios in OF for HTLV-1 antibodies were significantly higher in HAM/TSP patients than in AC (p<0.01).
No HTLV-1-specific antibodies were detected in OF and plasma from HTLV-1 seronegative controls. 
Immunophenotyping of oral epithelium cells cultured
As shown in Figure 3 From the PCR data obtained in this study it was possible to observe that some HAM/TSP and AC keratinocytes DNA did not amplify more than one pair of HTLV-1 specific primers. Although some failure during the PCR process could be responsible for a remote possible mistaken interpretation of results; however another real explanation is that defective proviruses would be generated during the infection process to oral keratinocytes. In order to support the last explanation, previous studies report the existence of defective HTLV-1 provirus in lymphocytic infections not only in ATL (9, 20, 11, 15) but also in HAM/TSP patients (29, 30, 16, 14) . In this sense our results would be the first to document the existence of defective HTLV-1 provirus in infected oral keratinocytes.
Proviral region Length (bp)
Although not direct evidence have obtained, the presence of defective provirus not only in lymphocytes but in oral keratinocytes, strongly suggest the possibility that low levels of viremia and/or low efficiency in the contact cell-to-cell could possibly favor post integration process that increase the frequency of defective provirus (15) ; however this statement in oral mucosa keratinocytes needs to be tested. 
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